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SEBSERTTERT  WEAR S AETIIgEE v Y — R

HARFECTIRFEIZIEAH 5 RNA 7 A VAL, BIREFRICE DA% 7/ Eme 2L es. 7
J DEROZEALE, LIELIEY A VAORERZME, AR, Miafmtt, misozbiconk
DY FEEIBER RO T R B IR E O K & 72 5. 20 “moving targets” 2L 3 (2
&, TANADY ) L EBRAROZALCHT WA R 2. BUE, HEROTA VT ) L0
ZRERIIZBCEBRESINOOH L. —J, BRI EHE O L REDOZAL % FERAITHRGE S
BIIERIZICHEE D 0 5. AT, RO EETEILT 2WERD DT, HERECHIEDLS Dk
BEREDICEN L v MUEAE Y A VA (HIV) ZHULIZ, RNA 7 AV ADERIIFEOBR* T 5,
F7o, RSk, EGHRORBCAISEICEE 2 RE L R T L MEIN TV AEMRREN TR L
D BT, T ANADERERH L BISEDOLIRIHT L -2 EAT 5.

1. HRRICETSRNATIILADEREHE
ZFDAINT K

(1) VANWZADERBEADEEIL : 7/ 214 L 550
23 @E R (substitution), 1 A (insertion), K%
(deletion), E#E (duplication), #f7 (inversion), 7 &
Wb, TANAT ) LD Z EFEIHIZHTT R
EE L TRBEEIH WO N L0, HHREEREE (Y
el dp 72 ) O IEEHR) TH D, H—I1, HEERILY
ANVATERS SHEICHESNLERERTHL VD, &
AT AN A DI DIE) R By AR T O ANHEA T
BY, EWETOREDSTETHZ Y. BRRCBIZY
AN ZBIET- O REEHEE 1L, —HIE, BYE OB
MECLVEONLBROBIAMEL CICHET S, HHW
(AR A IV A DG HEALRAGE 2 VR L, 2IAEAC % f
ELTHET S, EITENMRZ 0L b2 L <,
BB ILER T A NV A DFIARACOFeE 238 L v, BRI
I DIFATAER 2155 T EEE L.,

HIV : HIV CTlE, ED2 20O L ABHHEET, (2
F—HTHHRIEBON TS YD, HIVIZIE, =4 X0

A

[ 3T R G ERF TR T
MRS ) WET e v & —  ETE
T 208-0011  HpUHSEEAS 1Tl 22 F 4-7-1
TEL : 042-561-0771 (P9 370)

FAX : 042-567-5632

e-mail . hirosato@nih.go.jp

HFRAFATZF I S LT\wa HIV- &, By s &
¥ 2 HIV2 %Y, BET TOMZRIZEICHIV-] 234
2L Twb., HIV-1 O#ET-1E, ERMIEAY < DNA 7
AN ADBILT-D 100 JTRELU LD A Y — FTERL T .
COBERN I EERMEA Hahn 5 Y 12X ¥4 =0 Rk

I SN0, HIV-1 2SO T A ZEEH S 0l S
NTHB VI8 EDTZ L ThHho72. 2D 2 4EL L FID
EEL, By L v MEFIC BT A HIV-1 ¥ L E s
DA HEE SN2 BEICB W TS B 4. HIV-
1EGeE DA TIL, envBIE T OEE T4 (env V3
BLUVAVE) 13 gag BIZ T ORANRE O MEE TLRE L EE
LTWABZEMHBLTWSSY, § b b ik E ke
13 1 ~ 5x10° (env) &P 1x10* (gag) YEHEH#R,
B AR ESND Y B ACALEY L T O E
PO RE 133 5.5x10°0 AL E L /1 S L s hTw
%9, BUETIREYH O HIV-1 O FEE B L 7 1 )V A
DRSS RAREE - RIIRAE 1012 TR R CABT
LT Db oTWD,

SIV : HIV IZEDEFEDOL ¥ F 7 4 VA TH B ILEEAR
47 A VA (SIV ; simian immunodeficiency virus) 22\
TUL, BRYHFIL OB LY env O3 IEEHLEEE SR
RENTWAD, ZOFEE, ¥y ox10° k@ /it /45
&, HIV-1 env EMREEOEEREMELZIRT Z 05D D > T
w3 13—15)_

HTLV : HIV &L bay A4V 2% $ A HTLV (human
T-cell leukemia virus) @ gag, pol, enviBfr T DIFHLE
POk B L, R T B BERROD 55 LRREIET O H
% LI 25 ~ 6.8x107 s E M MR R LU X
NTWw3 61D F2bt HIV-1 % SIVO 1/10" 0
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TLHEEERY BB L2V, ZoOfEi, & LAWILEY
LT OFIEBEILEE I, RNA YA VATH ) %055
HARTIIZER LI WY ANV AD—D LW E L. BBk
WH|Z, HTLV IS THE ST 2B HIV-1 & FEOEE
BYEZRT (- ()R RENOERL )Y, A
R CTOZERMEAHIV-1 & K& RAE D01k, HTLV &
eCIRAEBOBEEY A 7 VEDPE LD Bt LEZD
NTW5D., RGBT ORI, THTLV (385 12 &5
RT7a A VAL LTSI, 7/ 2833 -5
MIfa 2 FFH L CHEBEREE OB Wl o= H DNA
K A7 —-—EIZLifrbhTwb] &35 HTLV®
oligoclonal expansion 3% 4 5 19,

D RNA 7 AV . BRI BT 22 RME L HIV 2L
FHEIARONTE LT, —EE bR MK E L TEENR
HadbobLw, Larl, —#IZ, RNA 71V AT HIV
FREICE AR EE LN TWE, B2, 74 ADH
fo CHERS 2 BSOS BAEE S HIV & [A45C, DNA %7/
LA DAY O TA51E T 5 (2- (1) BRI DL FehE
howEglt ). B0, —HoL ha v A VAR
&, RNA 7 A )V AIFHEFE CIEZ IS T 5 720, FROHE
YA 7 VEDS . T2, RNA 7 A VAL, HRR
Thb @B T A% b oEMkE E 25N TWE,

(2) TANWZDZERMDA Ny b EXIE
EHRE . HIV-1 O5ZRME, EYE OFEFBIHEN I
KEGEERITT. HARGREROSA, ER ORI
AU BBHOERT, 74 VAIEA~ 2 7 F13 LTttt
YT L. F, ZRERICIBVTY, PHOERE Y
N TEEEDSAIIEE BT 2 HHEE SN Tnwa 1920,
S 512, Bk HARTIRRIGHEBEYSE D5 %253 T4
TANAZBRELTWD, T2bbii HIV-1 ¥ K3,
CDBIRNET A NV AT & o TR 2D RE 4 2 KT
ELTHE, ARSI E B ET 2 GRIEND 5.
—HT, HLEMBHL L. EHHHEREZLOT AV
Z0E, WE, HEEIIERONS v, Thbh, Wk
ANVAE, EERNTOMEIBE E-RNTRIMCICERT 2 L
DT ELEHEA R PSET LY A VATH B0
BetEAd 2 2B 22T, BHED, H5VIZHRONY A
VA YN ASDbEALZ LI, RIZT AV ADS
BRZERE L T2 5 L TH 2 0MInElE L KT
THEICHEETLEDLWELL LAGZWED Zp
NEH 7 g AL GEALDR/NEA~DFTFL) 12X A
WV AggH b L, REEHEAT O RIBIEIC DR S5 L
Nz, ZODI2IE, Bz lEHEZ b OEROR%,
Kex L HIV O#LA G D TE L BIHEER L 7 4 )L 214
TEREZALDIEWMER, Z L TERHOBTHA >, Loz
HAEMET B EDRETHA ).
70 F R HIV-1 O5%REMEE, 72, 775 V%

(VA4 VA 555 25,

IO KELFEELH2 5., RERT 7T VRROMEEICI
ED Xy R ERWRIE Vw2 ? HERE LR 2 S HIV-
1 DERMIZD —EDHK B HHDIEHHIHN? InHD
I ZBEAE 2 R Rm 13 TV e as, PUEERA. O Z(kIcd —
FEDHKID D B Z L ZRET HFERVHE SN TS,
1959 4E D EGeE AR IZ H 72 E 7z HIV-1 OE(E W o
WIEIERZ b L 12, % 60 EREORMIC e MMEM TR
YD ILD B I env & gag BIZFEEVPEDRELLL 72
MU DOWTEEL ST S L7z, BERR TS, HEEE ik
B 13 24x10° (env) & 1.9x10° (gag) MA@ 15
HEL, WEETCIRIE—-HT AEIHBSN TS Y,
AR & 912, HIV-1 IZEGE ORN THRIED EE 2N
L enviBIET-OWAHERE L ) Sl TR sE5 49,
LaL, B2 be MUEET 2B E DL BEKRER
PEIREND 2 & TEALDHIFIAEL TV LD0 b Ltk
V) g e R |2 b BT I O AR SE
DFIRAE X TV BIFR D SN TV 5 592930,
BURVE VIR, EIREND 7 AV A D &R 255038 Env
V3 DT 3/ RN IREEEAT ISR 8 B ISR AT S 1,
BRI THREL TV 8929 ZpkHiz, AN
ADZALITERTIE % {, BENEFBICBWTT L —E
OBHANZFED W TELDORIFDPE L TWAE EEZON 5,
7 AV ADEEAEEBO KR RUAO ZE b — 7T
HDH. FOFIRIZ, FrEDERRER TEIDOHIFKAEL
52 EE, FOHERITIIH V3 PR OB R ASERD S 1L
TWhH I ERRET L, ZOPRPRER O L A%
B, 7757 OEOEMMPET AL LBIZINE
IKT 5 ORI Db Ltk v,

2. ZEEURBOLLH

(1) BEREBFOERENDERI

B T A )V ALY BB A U A B B oM
JEE, YA NVADOBIEN LR N ZILRT 5 OI12%ILD.
F72, COEEBEERERIE, YAV ADOEREICHEES
L2 BWFEMFETL012%L>. ZNFE T, lacZa &
ZF R EEBRBBOLE— ¥ —EETFELTHWAZ &
T, RNA 7 £ )V A & DNA 7 1 )V A DHEELE D28 AR A
TSN TS, F72, HIV-1IZOWTIIZE B
B E5 2 5N OMRN DG E > T b,
HIV : Manskey & Temin i&, HIV-1 252 1 [ml721 )4
WY ZHHEREFE L, HED ) OZREFHE % BT
L7z, ZOEF 3x10° 288 Ak 84 7 )V (03%
BN ERAY A 7)) LW HER R TV, S
W5 L FHIANAT ) 5D 10 KIZ 3 RIEH 7= 52R%
RAEFTHRMHEIC: 5. BIEESNI2RERDR 2/3 751
LB, A - REOHEEZ, 9x100HFA - K& MRS
KA 7V (9x1024F A - R/ 77 L /KA 7 V)
TH-72, HIV-1 13, KIGHOBEYHE DA T—HIZ 1010
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UEDTHIANAZEET D, D7 LD 4000 T AT IR
TEEINDEGE CTHAELEIND HIV-1 OZLBRORE
WERLFWNLEEE 25 2 RSN,
EEREEFCH T B HIV-1 BREOEE) | SEAIGHICL Y
HIV-1 DERBESEET L EPHRE SN T VDS, IGER
DERFOBAEICE T A EHIE, W EFIET 5720
DEELIEEERE 2 5. Lo LZERRE R T
WIS D B 7280 F 72\ WGBS M 2 1 H L A v, Mansky & %2
(&, HIV-1 B3R 02 83 % AR I E 3 5 R & 4
L7z, ZOREHCTEAPHBEICHWO N T4 O
WHLGRER I ESE, WG RER OEAIM AR, N
LG R ESR LT EROMAGTDEDS, 74 VAR
WEDZLFHARE 125 2 5 5B & MR\ IRAT L 72, Z ORER,
KEBG> D G REH A ES B & MR RII B R % i
T52L, ~HMOMMERIZRRLETIELZ L,
IRE R ESE & M2 R OMLA A DI AR IR 5
L0 LR R LAY, WEEEREHE IR L SRR
ERMFELMHEERTAHRTIE, 74 VADERREHFEIC
LENS 5T L AHIEIC 5 7.

1D RNA 7/ JVZ : HTLV, BLV, SNV, Influenza A,
poliovirus type 1, VSV, DB D222 RIS B |2
DWW, 0.2 ~ 25x10° 2858 A HiHE Y 1 7V (F720
0.016 ~ 2.8 ZE5 /77 ) L /B A4 7 V) L) BB
BEENTNEBLD  F2bl RNAYA VAR, #
BUEEIIE HIV-1 & RSEOHETT /) LIER 2 ERT 51
NEdbo, ZOZLepb, BYEHTT AV ADNEFIZIEHE
LT ECIE, HIV-1 AR, 8K 7% 502 SR ATRAE
LTWwhEEZOLND.

MDBWEY . LD TI)VET 7 —=JIZONWT, 2~
72x108 28 /W IE S HEEA A 2V (3.3 ~ 4.6x10° LR
L SEEFA 7)) V) BEDHE ST WA ),
FRBHEICOWT, 4.1 ~ 6.9x1010 2R R 1 M
YA 70V (1.9 ~ 33103 ERER /7 ) L/ HEEA A o
V) BV FESRE XN TWE3Y . $4bL, DNA %
7 N AL, HEEIZIE, RNAYAVAD
1/10° ~ 1/10° FEEE DHEE C L LR 2 HFE L v,

(2) BEEMREADLL &

RNA 7 A )V ADSEHHEE CRINERZEATH LAk
LT, BICBFO L) ZuaeErsgiE s cnsg, §—
12, TANAT ) LOEBEEO T T —E AR,
BT, UA VAT AEEIE I S TR RO M A
Bz RTHEREIT, HROERL Y M2 —5UHEST 5.
BT, RIS BT 2 B & RN E . BARSR
T, INHOMWEFMERNICIES X, HHETELLD
BRRDPE LB EZEZOENTVWES, ZITIEE—-LED
RAZDOWT, HIV 2HIZE DR 5.

BRI S —OREEE . HIVIEET L7 ) LI2280%
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B 28RI21E (1) 7/ & RNA O#EE G, (i)
N2 RES 71 4 v X DNA OFEBEE, (i) 4/
A RNA OEKBIE, O 3HEHEHSH) H 5. Z0Hb, (1)
FIERINO BERE (fidelity) DA IRV AV A D3
EEMEICL VETT 5700, BREECTEELESF L
TWVWBEZEZLNTWS T F7- SE4E, TG
HRTOEREANEERN TG LT gk RmE
ENTWaE, T4bb, YFVVFTIF—BiHEET
% APOBEC3G 213, HIV-1 BX U4 2L ha A )L A
DHF#8 DNA A G — A 2858 % BT A ¥ % 15
DD EDHBH LTS 90 72722 Z ok
AV ZNZIXFBFEH T, HIV-1 EgeTid ™ 4 v A0 Vif &1
HoME TR s Tns 00 Zoze, HIV1 Y/
LOBERISHE T 5 HGRICOV TR RE RGO R
Twiav, (i) &, EHIT —oBEREL AL, BEE
DEWHIED 7 7 2HEHF DNA K1) 25—+ (replicative
DNA polymerase)*? 12 X V#4795 0T, ZRFEAIZIE
FEALESEL TRV E SRS, (i) &, HETS—0
BB EH L TR W RNA R A5 =PI X ) H#E4T
T5H5DT, LT —FEICHEL TWAIRESEDSH S, Lo
L, 40O HIV-1 7/ 5 OZERESE T 5 H5 AT
HbH., TOEHI, FREROFEEBBICIE, BBHVFE
WREDTFER SN TS, LA L, BHEEE T HIV o588
BICAELLEROKRESE () OFEERILTEL S L%
ZHNTWG, B % fve7- HIV-1 BRI B 5 28
SRR ORI X AR SV 13, RS L - HIV s 5 RS &
BENA 2 X CRBLTWE Z EDERBRE 25T
W5,

L O AW AVEEEZORERE | —izl2, Moy
LHELZHEM L 45 DNA K A5 —¥DLF—EARRK
13, 0.1 ~6.2x10° =5 — /HH & IFR 12V 42, HIV-1 58
REMEOT T —EAMEL, L MO AV ADHEEE
FOHMTLHRGE BB W DNA SR IC 25 ~
6x10 $F LB /SR HEOWE Tl o 7232 AT 5 5759,
ZOMEEE, BIZITAMV & 5\ iE MLV OWifin B 3% O
¥ 10w (22N 6x10°, 3x10° k@i /1) .
HIV-1 ®% 7 244 X134 10,000 ¥E2£55TH A5 5, 110
7 NEERT A MIC 2.5 ~ 6 G CHAEER A AT S
R A, S5 HIV-1 OBEERHEIE, I ATy T2
HEL TR T 743 —HERO IKmEMET 51
PEDSHELENY DNA K A5 —¥ o L D50 155 B9,
HIV-1 S G g R O BEE OFRMEGRGEE D FE L N
S5NTHEY, #HARNA TH DNA T RO EERE
AERE DI LD bhroTWD ) 7277 LI HERICH
L CTIZ RNA 28651 & L7200 135 25 10 e R FEE %
HY 5, HEREEBRIIEDORIC O L, SSERHP
WED 100 L I bET 2 HEFEE RO “hot spot” b Bl
HENTWDE Y, ZNSORE,S, HIV-1 0GR %
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12X 5 DNA BB OBEREIL, 7/ 2EHE2HEMET 2
DNA H1) X5 —EDFTRLENDDD—DLHE 2 51T
W5,
WEEBROBEESEVEER | 12, HIVEZIEELD
L ha oAV ADSEEREEICIE, RERE (3-5xr Y
X7 L7 =B vzl BIRENRTWS. LaL,
HAEZZENZT T2V Lhizwv, BIzIE, Hi5E
FENBBHIZIET VX7 LT — B R RE SR
FEOWMTHEEL T AL, KKELT 1x10° ~ 1x107
II—EHEERERENH LY, $12, LIV
L7 —Eilsd - Th, BEEOM LIEE 4P 10 15
BIZE LI EDHELHLY, Tho5nZkrs, Fh
FNOBEDOLEEDORRERDTNLDIE, BblZEhE
NOWHEOREEFNEES DS Lo s B 29
L72h3-> T, HIV OWRERERO LEEMRO L, KIE
BREDO KA Z, ZOBEOLEERMEDIEZEL %S
EDFEREZ>TWAEDRPD L, —fkiz, 7/ L8
FAEM LS5 DNA R X T — VORI EREIRE <,
KEDIHEE % Z ) THWHOD 10° KD IEHE S TREFIZHL
DARE® . POLICLTIOBEOREERINEAEL
DPNZDONTIE, BERORIEEMRT & Y - BREAER
DVARREEE S LI, 5T - T LAV Th% ) PIEICHE
WTEL LI IThoTnD 121,
BIEEROEARZ | HIVOEEREMEHOE O,
7 WEROMAIRZ TH 5. HIVEFIIZ2ARKDY 1)V
2 LY AEN S, HEERFERIL, ThEho—E
% DNA S OSHRIZHNE Z LT AERE AR R
%. HIV-1 A—R#EE T 5 & &5 ) ALARZ SEE L, 2
~3[E 7 L SERF A IV RS TWwE Y, LY
R OWFE T, HIV-1 MG EER I X 5SRO ML A0 2
DL MLV % SNV @il E R FE O 10 f5# <, lkbp Pl E
BN 72 FEISUE 9 40 ~ 50% DOHEFE T, 100bp #EN 72 5HIH T
b 12% OHEECHIRZA DB E 5 2 L ANHBI L T b 050,
X502, ZOMAMZ S, HIV-1 2%, EEERHIT
HHTHE~Z7O 77 =D E 5 THETABEIZD
EBWHECHESNS Y, INLofEE,S, RN
HIV-1 &4 Th, HieeTH7 AV AZETHABRZ AR L
o TWhIEDVHRERIND.

HIV / SIV X, 7/ LZ#lAMZICL Y, FIENERD S
WIHEIDEDER T2 b 72T ERBDOE LT ) A xdlien
T A LA TE BB, F7 B HIVAHFET
T, BEOERIZL Y E L D EERE 2 #0 (2E R
TR E 75 55 251203, EEZORL - 7Moo
FEIZHIS L ARk 2 AT TR H 5 %, 20 k)
2, BMAR R L, BIREHRO “shuffling” 12X )5
JLOBRILT -~ CTHELHOERY v I E S ES
L, THROBMEESHRY L0 EsE T b2 %E 055 %
EEZLNTWA, MAMRZIT T2, ERERIKGEET,

(VA4 VA 555 25,

ECHLWIBE ZEET L 0% o. PlziE, Lo
AN ARMO RNA 7 4V ADHIZIE, AR Z % v
Tl OBZERO—H 2R L, T4V ADEYIEED
B \IIEIEE % BRI 2L S B B0 ST B 9600

3. 7/ LEERBIRD S EEEREREZ(LOBERA

INETOTANADERMIRIZ, 7/ LIEREE) O
Wil AN ADE DN HLTH o7z, s O
BETOT A INVAFEDOHIENT, NRIEDLLTICERE
THhb., LL, 74 VAORERBIEHEE D 5+ D
ZLIEAETH L. BRIZE DAV ADOEZBIRT
HI21E, ANV AEEE OGS - e L £ OZAl 2 PES
LLENH L. T2, I TEONERIZ, Al#ELY 2
FUBBIREOTO L. L L, EROBAERSD T Ei
DHATI, HIRRDOT AN A LN LK ERIER
WAHE T A Z L. i FEmOBESLEL &
5.

BUE, BHERE W CTHEKRE ST O RS I, &A
HEBGTALEWD 5 VIEEAEMOEEY I 2L -V g
v, BHICIEEAERM A Y N T — 7 Ml - ERERED v
3ab—YarEBVHEETIT) 200k T 5%
RSB EHEICERELTWA, TRHD5EE, TLOTHE
FF4 (computational science & 4\ 13 in silico science) &
IS, ZOFBETHIRIN TV LA R FERD D b,
EOEOSNAREETH (REQY—EF) v 7)) LEOY-
B TAEWOMEEY 32— 3 VIZOWTIZERTH
LMD FER LB O W CET T E S RMANER S Lo
DHhhH. TITE, FHEREOBFED) BIFICTA VA
BEHE O SEEREZILOMNT L AISEDOZRICA R 72 A€ 1
V7)) gL ZOBEMABERENT 5.

(1) AEQATS—FEFV Tk

EHE DA 7 — # N — A Protein Data Bank
[http://www.rcsb.org/pdb/N121& 4TI 33152 (2005 4F 10
A 18 HBIE) OREEIEHIN TS, 4F SICER&H
TRHBEOEHEMERE 7T =7 "B ETLTED,
BHIEIASHL BRI RTH I AT SN TS, K
EOYV—FEFTY UL, ZOF - RN—-ACBEEINT
W5 3RICHEEE R T b LR O T 5 EHE O
T L HETHAH,. T EBROBHIIEUL TWwWAE
HEREE, SFHEOEMLTWwA L) FE L2 %
FHLTWA., BEHIOSFHEETT I/ BRESI AL T
WAHREEDH UL, TOMEZGHAL L TRNOSFET
NVEfETHIENTEL., FBEONETVOMY) 2
FMEL B S RTVS B BETE, FER Y%
T T BEOBHCEHEETVERET LI LD
TELV TN 2T L HEAE SN TS, EMZLDOIC MOE
(CGC, Inc), InsightII (Accerlys, Inc), MODELLER® 7:&%s
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5.
REQT—FFY L 7T, T3 BERYSED
WL, JORBEOBVWSTETVERET LI LN TE
%9667 & Dy, R E ORHI—EEEAT 50 % UL b
UE X kb s b 1 AR ORGSR T 3T 5 . &
EEOMERE D 1 ~ 3 ARETH D Z L& E T UL,
EEREOHH W A, Fo, —HEIICIE, $HRIE O/
FIFEDEDS 30 %L EHNIE, BoN-EF VD) B
90 % AT DFEAN 15 ~ 3 AREDETFLAEL NS T,
BT R XL, BONLETNVIE, ZORENETIUERK
GRS, VA Y FOFHA v RUHE, e 3al—Y s
v EOWFZRICFIH T X 2 6667 ers |2 M L
DIEEIMMOFTAN AR TRAEZINTB Y, ET VO
WEWEINEH L7720 THAL. Thbb, FEHEDED
30 %L EHNE, GTETNVEEEEE HOWZHER O X
) == v 7 R S 2 SO A RAT ORI R B .
BT, FAEEDED30 LT TY, TI/EBRT 74 AV
N TFEICTHETS %, HrvidsTEYEIcLoTT
FVFE—WI LV RELHEREL Y ZETEFVOR
Bl INns.

(1) FEQY—FEF VU JTEOERS

REQY—FF) Y IEE, TANRT ) AOERIER
b L IERREHE O VAEELZLE KR LT DI
WML HEEEZONS., AIRO X 9 1@ 28R 2 b &
WAESNTET IV OREEER, ERTHOLNDMEEDRE L
FREOKMEE THELTWS 7, BEOENET IV,
HEEZALDBATICH VSN B 721 TR &, BRI ERLER
IZHHEHYE LG TILEMOMEEY I 2L —2a vkt
MAABDLELHT, AECHEELIETIICLHEATE .
BHEBMOMEGY 32— 3 VIENERLERIZET
L, BHEHAE SIZEA S, HEAIE, E 7RI
FEHEOM S LELTHILICH S, LrL, #H
VAl 2 2GS ORI SHERITHEML T 2 AT
WENB7-D, [FEMICIZZOMEIIMREENETHAD.
DTS, "EQY—E7) v 7EE2 T AV ARRIZHEA L
7WFE R AR 5.

HIV-1 DEREHRE : $EEREEE (K 1A)

2- (1) oF}T, WREREHEED L OWIRERHROHE
A 22 50E HIV-1 OZRFB 2 LB 2 HE T 5 2 & &b
X722 DL AERET A0, WEEEEEDT
REEEE TV AR L, BRI 2 bz o TR
EEFNOIEEEM E R Lz, FOREEL LI, &To
FEEER A PIEEHHATXLETVAIREL 2%,
HIV-1 DER#AHE : S HE8E Gpdl & ™ (X 1B)

HIV-1 ¥4 & % Env Gp4l 12, 3 && %2R LTy A
VA DERIE DR A 5T 5. RAS T (3,
Env Gpdl ® 36 FHDOT I /R (.7 P FAAL Y NAY
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v 7 AN T D) DS, A IV ADRGNEF R L oo
RlERE 2 AERIYICHIH & 258588 LT < 2 &2 R L7,
COLL BEBRET 72012, TR & IREA TG bk
DGpdl T N FAAL Y 3BEDOGTETIVEREL TH
L7, ZORE, BRLET I BOMEA Gpdl Mk
FALOBOVARREE L 7 2 HE B2 L, BEEMAREOKT
ETEECHBET A ETIVERIBLZT,

HIV-1 BOZERBSZMOHR : YT 447 A/G7OT
7—t#EE" (K1C)

ARG x, HIV-1 © % — FitiTH (CRF02_AG)
W5, WekoiAThk (subtype B) # b &I FHA » &Nz
Tu7 7 —YHERO—FIEBRZETH L I LR LT,
WkkD 7077 —EHREY A T —DHTFEFTIV L,
HHOEY Il —Ya ry&2fTol. FORE,
CRF02_AG 707 7 — ¥ TIE—EH DK O & T 4L F—
MET L, Iz AR BEHR O 1 B T I
BDBERDHEL LS AR SN,

HIV-1 EZZfM4OWE - 7077 —E8E

HIV-1 7827 7 —¥OMHER AV 7 1 F )V (NFV) 12
L AWML EETIEILIELIEYA VADTOF T
— 12 D30N, N88D, LIOM DZEEMSH 5N L. K ™
EE AR, B L OERKOS TR TR E 2T, 7T
7 — B O S BEN AL 12 R U R RS ML
DOiEEZLE NFV BAEOZ L2 FHET 22 L 2l H
Iz L7z,

HBV Z&IfiHt4 : RNA KU X 5 —HigE™

HBV j&4e% OFHEH 3TC R ED X 7 L ¥ P
) 2BV T LI LIFSERImEY 4 W ADSHIT 5. Das
5 7) 13 HBV @ RNA K1) X T — B DIREMEHGEED 3K
T TET V% HIV-1 Bl RER A2 SR L CEEL, o
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Actively replicating RNA viruses in nature are continually changing their genetic information by

spontaneous mutations. These changes often result in alterations in immune-sensitivity, drug-sensi-

tivity, cell-tropism, and host-range, causing uncontrollability of the pathogen and emerging/re-emerg-

ing infections. To better understand the virus changes and develop effective methods to control the

moving targets, it is essential to obtain information on changes in viral genomes and proteins.

Although information on genetic changes is being accumulated very rapidly, assessment of changes in

protein structure and function still requires time-consuming works. In this review, we will overview

mutation studies of human immunodeficiency virus and other RNA viruses. In addition, we will intro-

duce recent advances in the computational science and its application on mutation studies and drug

development.
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